I. Introduction
Hypertensive emergencies include both accelerated hypertension and malignant hypertension. In both cases a recent increase in blood pressure to very high levels (≥180 mm Hg systolic and ≥110 mm Hg diastolic) results in target organ damage -usually seen as neurological (e.g., encephalopathy), cardiovascular or renal damage. The term malignant hypertension is usually reserved for cases where papilloedema is present.
Where there is no evidence of target organ damage, the condition is a hypertensive 'urgency' rather than 'emergency' and treatment may be more gradual.
Finding accelerated hypertension or malignant hypertension in a patient demands urgent admission for assessment and treatment to lower blood pressure within hours in order to minimize further end-organ damage and reduce the risk of life-threatening events such as myocardial infarction, encephalopathy and intra cerebral or subarachnoid hemorrhage.
Clinical Presentation
A 42 years old Indian male presented with more than 2 months history of generalized weakness with dizziness, swelling of feet and blurring of vision. There was no association of chest pain ,palpitation, blackout ,speech impairment or any decreased or burning micturation.
He is of average socio-economic status with normal bowel and bladder habit. He is a known case of hypertensive disorder for last 1 year and was treated with telmisartan 10mg daily, but he admits of not been keen in taking the medication and therefore he was not adherent to therapy or follow-up.
He had a strong family history of hypertension, both parents had hypertension and his mother had history of diabetes .He does a 8-9 hour standing job and rarely does exercise. He is a chronic alcoholic for 20 years ,having an average drinking habit of 350 ml of liquor per day.
On examination he was conscious, alert and well oriented to time ,place and person .He looked well with BMI of 26.3 kg/m 2 , his BP was 210/110 mmHg in supine position with pulse of 104 /min regular ,good volume and character with no radio-radial delay or radio-femoral delay .There was bilateral pitting edema in both lower limb. In fundoscopy showed grade 4 changes with hard exudates. There was no clinical evidence of cardiac failure, rest of the physiological changes where normal ,with no notable neurological signs.
Investigation Fig 1:-ECG of the patient
Rest ECG shows presence of left ventricular hypertrophy, Inverted T wave at V4, V5 and V6 , and Deep negative wave at V4. 
TABLE 2-Serum report
Serum profile initally shows hyponatremia-hypo kalemia with increased creatine levels suggesting kidney damage, which later showed improvement in serum sodium, serum potassium and serum creatine. Urine routine microscopic report shows no infection or hematuria , but presence of proteinuria. Suggesting kidney disease.
Fig2-fundoscopy picture of both eyes
Fundoscopy of both the eyes reveals bilateral papilloedema with presence of hard exudates
Diagnosis
Poorly controlled accelerated hypertension with left ventricular hypertrophy and grade IV retinopathy and nephropathy.
Management
He was admitted to the hospital for optimizing his hypertensive management and also because the admitting resident medical officer was worried that he might be having any impending hypertensive emergency such as stroke.
Initially to lower his blood pressure he was given - Injection lobert 1 amp iv stat  Tablet nifidipine (20mg) thrice daily  Tablet dytar(5mg) 1 tab once daily With orders to monitor his BP, pulse and input-output closely.
Progress
Over the next 24 hours his BP fell gradually to 184/100 mmHg. There was neither any episodes of uneasiness in chest nor he developed any neurological deficit. Over the next 4 hours his BP lowered around 160/100mmHg with pulse rate 94/min.
He was advised to do a 2D-echo, renal function test ,renal artery Doppler study a nephrology consultation to check any nephrology damage due hypertension .2D-echo revealed 61% ejection fraction with dilated left atrium and grade II diastolic dysfunction. Renal artery Doppler study showed no stenosis with grade II bilateral renal disease and left simple renal cysts, the cortico-medullary differentiation was diminished in both the kidneys . Serum creatinine was 3.14mg/dL and Serum Sodium was 137mg/dL, rest of the reports were within normal limits. As his Bp was still high, his medication was improvised to  Tab NIFIDIPINE (20) He was discharged symptoms free at day 5 with ambulatory BP-150/90mmHg.he was asked to continue his medication deliriously to come for follow up after 2 weeks. After 2 weeks his BP was 140/84mmHg there was no further deteriorate in his state .So there was no change in his medication and was asked to come for follow up after 2 months.
II. Conclusion
This case in the setting of sudden rise of blood pressure with end organ damage is example of accelerated hypertension and its treatment to it, without treatment, accelerated hypertension may result in death within a year in over 90% of patients as a result of end-organ damage -e.g., myocardial infarction, CVE or renal failure. The prognosis has improved dramatically over the period of a few decades and with optimal treatment the five-year survival rate is >80% .So if accelerated hypertension is treated in time ,then emergency condition can be avoided.
